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(ISHM) was set up with rat hippocampus slides as
The change of GAP-43 mRNA
levels in the vestibular nucleus area were investigated

12. 20

and 30 days after the operation. The results

positive controls.

by ISHM in the labyrinthectomy rats at 5.

demonstrated that labyrinthectomy increased GAP-43

mRNA levels. The application of ISHM laid a foun-
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dation for the research of regenerative sprouting,
synaptic remodeling and neuroplasticity in the
vestibular compensation.
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Abstract
mouse mbek2 regulatory region in the apoptotic
process of mouse fibroblast cell line (C3H 10 T 1/2 CI

8) and its transformed counter part,

To explore the DNA binding proteins of

the mouse bek2
(mbck2) regulatory region was amplified by PCR.
The PCR products were subcloned into pGEM-T
vector system and then checked by sequencing. Using
the product as probe, DNA binding proteins of mhck
2 s regulatory region in nuclear protein extracts of
both cell lines were studied. Southwestern blotting
results showed that a 53 ku protein binds with the
probe. Its binding signal strengthened after exposing
both cells to 5Fu for 12 h, as another DNA binding
protein ( 100 ku) also binds with the probe though its
The

results suggested that p53 protein may be the negative

binding signal weakened after 5Fu treatment.
regulatory factor of mbeck2 gene. An unidentified
100 ku protein may be the positive regulatory factor
of mbck2 gene.
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